Summary. The autosomal recessive gene for achondroplasia (cn) 
during the first 30 neonatal days.
In normal mice as in achondroplastics, the width of the cartilaginous growth plate decreased progressively with increasing age. The proliferative zone of cn/cn mice was similar in structure to that of normal mice and showed no significant difference. Hypertrophied cartilage was less wide and there were fewer hypertrophic cells at the epiphyseal plates than found in normal mice.
The data of the present study show that retarded longitudinal bone growth in cn/cn mice is due to reduced hypertrophy of the chondrocytes.
Introduction.
Inherited achondroplasia has been reported in a wide variety of vertebrates, including man (Rimoin, 1970 (Rimoin, , 1975 Maroteaux and Lamy, 1964) . While the bases of dwarfism differ from mutant to mutant, the gross morphological manifestation is similar (Hall, 1978 In the achondroplastics, the hypertrophic zone was always less thick and had a smaller number of cells ( fig. 6, table 2 ). This difference increased from neonatal days 1 to 20.
The ratio between the thickness of the proliferative zone and that of the hypertrophic zone was always higher in the cn/cn mice.
Discussion.
The results confirmed the correlation established between growth cartilage thickness and long bone growth (Silbermann and Kadar, 1977a ; Moss-Salentijn, 1974 ; Thorngren and Hansson, 1973) . Achondroplastic mice were characterized by thin growth cartilage in both the caudal vertebrae and the proximal epiphysis of the tibia, corresponding to reduced growth.
Generally, the reduction in total growth cartilage is considered to be related to proliferative zone reduction (Thorngren and Hansson, 1973) and thus to the reduced rate of new chondrocyte production which depends on the number of cells in the proliferating pool and their mean rate of division (Kember, 1971 (Mankin and Lippiello, 1968) . In the case of rachitic chickens with vitamin D and plasma calcium deficiencies, the growth cartilage is thicker and the size of the matrix proteoglycans is altered (Dickson et al., 1979) .
It must also be pointed out that hypertrophy is usually related to mineralization of the extracellular matrix. Mineralization is accompanied by reduced resistance to vascular invasion. Furthermore, the penetration of the vessels through the perichonrium may be related to the death of the chondrocytes (Hall, 1978) .
These data could mean that in achondroplastic mice the process of chondrocyte differentiation, occurring during chondrocyte hypertrophy, is disturbed. What regulation factor is affected by the cn allele at the homozygous stage still remains to be determined.
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